I read with interest Finsterer\'s letter to the editor about our work. In his letter, Finsterer questions the incidence of isolated noncompaction of the ventricular myocardium (INVM), the pathomechanism of left ventricular hypertrabeculation (LVHT)/ INVM, the usefulness of multidetector CT (MD CT) compared with cardiac MRI as the diagnostic modality, the diagnostic criteria, and whether or not neuromuscular disorders exist in our cases. As we have stated, INVM is a rare congenital form of cardiomyopathy resulting from an intrauterine arrest in the normal process of trabecular compaction of the myocardium.[@B1] The incidence of INVM, referred to also as \"persistent endomyocardial sinusoidal myocardium\", \"spongy myocardium\", or \"left ventricular hypertrabeculation\" is sporadic; however in some patients it may be due to chromosomal abnormalities and familial incidence may occur.[@B2]-[@B7] LVHT is frequently found in patients with neuromuscular disorders.[@B8] In our experience, familial INVM regarded as a \"congenital form of cardiomyopathy\" was demonstrated in three adult members incidentally.[@B7] Although INVM is a rare disorder, to date, its prevalence as an isolated entity seems to be steadily increasing as physicians and echocardiographers become more aware of its possibility and as cardiac imaging modalities become more effective. The method of choice to identify INVM is echocardiography because it can reveal prominent trabeculations and deep intertrabecular recesses, which are lined with thick endocardium and communicate with the left ventricular cavity in the absence of other congenital or acquired heart disease.[@B9] Excessive trabeculations have been reported in 68% of normal hearts, and INVM must be differentiated from prominent normal myocardial trabeculation, hypertrophic or dilated cardiomyopathy (DCM), and left ventricular apical thrombus.[@B10] Two different definitions of INVM were proposed in the 1990s, yet neither have been fully accepted in clinical practice.[@B1],[@B9] Chin et al.[@B1] introduced coefficient X/Y for objective assessment of the deepness of intertrabecular recesses and Oechslin et al.[@B9] introduced the end systolic ratio of noncompacted / compacted zones (N/C ratio). A N/C ratio \>2 was accepted as typical for INVM, and in our case it was 2.62.[@B7] In a normal prominent myocardial trabeculation, the trabecules are single and no recesses are present, unlike the case with INVM. Thus, another diagnostic criterium is needed, and we agree with Stöllberger\'s LVHT definition: more than 3 coarse and prominent trabeculations apically to the papillary muscles on echocardiography, which have the same echogenicity as the myocardium, move synchronously with it, are not connected to the papillary muscles, and are surrounded by intertrabecular spaces perfused from the ventricular cavity.[@B8] Nowadays, cardiac tomography such as multidetector CT and cardiac MRI seem to be useful complementary tools when a definite diagnosis cannot be made. MD CT may show the typical morphological features of noncompaction with higher spatial and temporal resolution and shorter image acquisition time compared with cardiac MRI.[@B11],[@B12] There is no specific treatment option for noncompaction cardiomyopathy, but can include all options available for the treatment of heart failure. We agree with Finsterer regarding the need for oral anti-coagulation for INVM with left ventricular systolic dysfunction, atrial arrhythmia, and local thrombi within the deep intertrabecular recesses, due to the increased risk of systemic embolism. On the other hand, in our case an intervertebral herniated disc was diagnosed at the L5 - S1 level with MRI, and the patient\'s symptoms were completely resolved surgically, with no limitation in ordinary activity. In conclusion, it was the focus of our report to emphasize familial occurrence of INVM, incidental diagnosis of INVM in asymptomatic phase with conventional echocardiography and cardiac MD CT, and the importance of screening first-degree relatives of the patient.
